An extensive review of the thyroid hormone by Pitt-Rivers & Tata (1959) indicates that the 
The excretion of iodide or organic iodine following injection of 131I-labeled thyroid hormones has been well reviewed by Pitt-Rivers 8c Tata (1959) . It would appear that organic iodine is excreted mainly through the faeces in the rat, while the main urinary substance is inorganic iodide. Increasing the dose of thyroxine (T4) or triiodothyronine (T3) given a rat appears to be accompanied by an accelerated faecal excretion without notable changes in urinary excretion. Factors which affect the overall metabolism of thyroid hormones or its enterohepatic circulation were also noted to affect excretion.
In view of the extensive review by Pitt-Rivers 8c Tata (1959) indicating that practically nothing but inorganic iodide is excreted by the rat, the finding of a high percent of organic iodine in the urine of normal and hyper¬ thyroid rats following injection of tracer doses of 131I-labeled triiodothyronine (T/3-131I) was surprising. The following report briefly present these findings.
MATERIALS AND METHODS
The rats used in this study have been described in a previous publication (Ford 1961 Urine samples were obtained from most animals, except at the half hour period, where the volume was usually too small to be used. (Some rats urinated at the anaesthetization with 20°/o ethanol and had accumulated very little urine in the first half hour after injection). However, the alcohol anaesthesia eventually induced a diuresis which lasted through most of the experiment.
The rather continuous urination which resulted provided for a situation in which each urine sample obtained from the bladder closely represented the iodinated com¬ pounds cleared by the kidney shortly before the animals were killed. The urine samples were taken directly from the bladder when the animals were killed, using a one ml syringe and 27 gauge needle. The samples were counted in a NuclearChicago scintillation counter and then the various iodinated compounds in the urine were separated by ascending paper chromatography, using butanol-dioxane-ammonia (BDA) as the solvent (Ford et at. 1957) . This is one of the solvents recommended by Pitt-Rivers Se Tata (1959) for optimal paper Chromatographie study of thyroid hor¬ mone. The amount of 131I-labeled material present in the kidneys was also determined in these animals.
RESULTS
The amount of iodine in the urine, either as free iodide or in the organic form did not attain concentration levels as high as those observed in the plasma (Fig. 1) (Ford 1961) . Furthermore, the rising amount of 131I ex-creted during this time may be closely associated with the T3 uptake of the kidney, which is considerable during the first half hour (Fig. 2) . The total amount of 131I activity excreted in the urine as reflected by the percent of the dose of administered T3-131I present in the urine was never large (Fig. 1) . It was highest during the earlier part of the experimental period, following the time of maximal 131I concentration in the kidney (Fig. 2) . Plasma levels fall equally rapidly at this time. The rather sharp decrease in 131I in the kidney parallels the fall in plasma level closely and suggests that the total 131I in the kidney may be dependent on plasma levels once the initial high concentration of injected T3-131I has been cleared. The sharp rise in excretion of total 131I found in the early urine samples lags somewhat behind the uptake curve for the kidney and suggests that renal uptake precedes ex¬ cretion of 131I in any form.
Analysis of the uptake curves for total 131I in the kidneys of normal and hyperthyroid rats demonstrates that maximal concentration occurs at the same time in both, at least when the first sample of issue was taken a half hour after injection. The total amount of 131I was, however, less in the hyper¬ thyroid tissue, corresponding to previous observations in brain and pituitary gland (Ford 1961) . The observation that maximal concentration of 131I in the urine of hyperthyroid rats occurs after one hour instead of at two hours (as occurs in normals) was to be expected since it was previously noted that de¬ gradation (deiodination, etc.) proceeded more rapidly in hyperthyroid rats. This was accompanied by an accelerated increase in blood iodide which might be expected to appear in the urine at a faster than normal rate. The effect of the hyperthyroid state on the excretion of metabolites of T3 is less clear. How¬ ever, a somewhat higher excretion of MIT and DIT and the other forms of organic iodine lumped together in the R fraction does appear to occur earlier than in normal rats. Furthermore, the excretion of T3 itself is somewhat higher at a half hour than in normal animals. The evidence for a slightly accelerated excretion of MIT, DIT and T3, etc.,  (Fisher 8c Hellstrom 1962) . The observation that T3 levels in the urine are highest during the first collection period (Fig. 3) when plasma levels are high may, therefore, be more than coincidental.
A second point concerns the manner in which the urine is collected. If urine is taken directly from the bladder rather than collected in a bottle with the rat in some form of metabolism cage, the likelihood of bacterial degradation of T3 would be lessened. Such bacterial degradation might be expected to increase the amount of free 131I iodide. Furthermore, if urine were collected over several hours into a single tube, the proportion of 131I due to iodide would increase with time as the excretion of iodide in proportion to organic iodine increases. This would appear to be occurring quite rapidly seven hours after injection. Thus, in a 24 hour collection of urine, the amount of 131I as iodide could be so high as to mask or reduce the percent of organic iodine present.
A final factor which may also be involved is the fact that alcohol was used as the anaesthesia in these animals. The diuresis which would accompany this
